Figure 1. Experimental Setup
White light from a voltage-regulated illuminator (A) was guided through fiber optic cables to the preparation. The reflected light was gathered by the microscope, and half directed through the filter wheel (B) and captured by the CCD camera (C) for optical imaging. The other half of the light exited one eyepiece (D) and was conducted to the spectrophotometer (not shown) for optical spectroscopy. increased with increasing stimulation amplitude, reaching a plateau around 1.0 mA.
Concurrent electrophysiology was performed using a microelectrode mounted on the stereotax (E). A laser Doppler flowmeter (F) provided simultaneous information of local blood flow changes.

Temporal Characteristics
To quantitatively determine the relationship between magnitude of this deflection was considered a measure of synaptic activity. neuronal activity and hemodynamic responses, we plotted normalized response magnitudes against normalFor all stimulation frequencies above 2 Hz, we noticed a significant attenuation of the second and subsequent ized ⌺FP (Figure 4 ). Because the initial dip did not reliably attain statistical significance in our data, we did FP within the 2 s train, most likely a result of inhibitory interactions (Simons, 1985) . The size of the first FP was not include it in this analysis. We compared the ability of three models to describe the data, one linear and two similar across all stimulation paradigms, ruling out systematic response deterioration. This frequency renonlinear. The linear model was constrained to pass through the origin, since hemodynamic parameters were sponse profile differed from the one we observed previously using enflurane anesthesia (Sheth et al. . We therefore tested a nonlinear power law aptic activity produced by a stimulus train was quanti- The results from these model fits are shown in Table  It 
